(1) History: The symptoms of pain and swelling usually begin with a meal but unlike submandibular sialolithiasis the symptoms tend not to subside at the end of a meal and may last several hours or days (Patey 1965) . Frequently the end of an attack is heralded by a gush of saliva into the mouth. A calculus may rarely ulcerate through the duct into the mouth or into the cheek, resulting in an abscess.
(2) Examination: Examination of the gland and duct externally frequently reveals no abnormality. However, a stone at the distal end of the duct is usually palpable within the mouth.
(3) Radiological investigation: Lateral and anteroposterior plain films are only of occasional use as the teeth and facial bones will obscure a calculus. However, the intraoral view of the parotid duct will demonstrate a radioopaque calculus in the distal duct (Hobsley 1970) . Sialography will show dilated ducts and occasionally a radiolucent calculus.
The treatment depends on the position of the calculus. If it is at the distal end of the duct, enlargement of the orifice (the narrowest part of the duct) either by a dilatation or stomaplasty (Patey 1969) will usually allow the calculus to be delivered into the mouth or to pass spontaneously at a later time. Presumably the reason this calculus did not subsequently pass spontaneously was its irregular outline. If th, calculus is near the gland then superficial conservative parotidectomy with removal of as much of the duct as possible is the only effective treatment (Patey 1970) .
The etiology of parotid calculi is unknown, but as they are not a feature of hypercalcmia it is presumed to be a local disorder of the gland (Patey 1971) . Most calculi are composed of calcium phosphate and oxalate but a unique case of a uric acid calculus has been reported (Blatt et al. 1958 Mr K C, aged 26 History: Presented in June 1970 with attacks of colicky lower abdominal pain for two years, sometimes associated with abdominal distension, but no vomiting. Each attack lasted several hours. Relief was associated with the passage of flatus and sometimes diarrhoea. The bowel habit was otherwise normal. The attacks occurred in episodes lasting several months followed by several months' freedom. He had lost about 12.5 kg. He had had an appendicectomy fourteen years before, followed three months later by a further laparotomy for intestinal obstruction due to adhesions. On examination: He was a fit young man with no abnormal physical signs. Sigmoidoscopy to 23 cm and a rectosigmoid mucosal biopsy were both normal. Hb 15.2 g/100 ml; total white cell count 5000/mm3. Barium enema normal.
In view of his previous operations, and the persistent episodes of apparent partial bowel obstruction for which there was no obvious cause a laparotomy was advised.
Operatipn I (August 1970): The abdomen was opened by excising the previous right paramedian scar. A papilliferous lesion about 3 cm long was found on the antimesenteric border of the ileum about 60 cm from the ileocecal valve. The lesion was arising from the serous layer, and received a separate blood supply from the mesenteric vessels (Fig 1) . This lesion was removed by resection of the short length of ileum involved, and end-to-end anastomosis. There were also multiple minute lesions of a similar appearance but pin-head size scattered over the pelvic peritoneum, and the serous layer and mesentery of the lower ileum. Two of these were also taken for biopsy. There was a small volume of free fluid in the pelvis, but no other abnormality. Histological examination of both biopsy and the small bowel lesion showed papillary mesothelioma (Fig 2) . Progress: The histological appearances were benign, but in view of the multiple small lesions, and the generally poor prognosis usually associated with mesothelioma, a course of external radiotherapy was given to the whole pelvis. Five weeks after the operation he developed subacute incomplete small bowel obstruction. After three days' conservative management there was no improvement, and a further laparotomy was necessary. Operation II (September 1970): The obstruction was due to a loop of small intestine caught by adhesions in the lower abdomen, and was easily relieved. No resection was necessary. No recurrence of tumour was apparent, but there were several fibrous nodules on the pelvic peritoneum. Biopsies were taken, but these showed only starch granulomata, with no histological evidence of tumour.
Subsequent progress: Recovery from the second operation was satisfactory, apart from breakdown of the wound and slow healing. He had regained his normal weight by six months and has had no symptoms or signs of recurrence of the tumour since the operation, but he does notice marked alcohol intolerance.
Discussion
Peritoneal mesothelioma is a rare tumour, generally accepted as carrying a very poor prognosis. Several small series have been published in recent years. Winslow & Taylor (1960) collected 25 cases, 12 from the United States Army Institute of Pathology, plus 13 from the literature including 4 from Godwin's study of the pathology of mesothelioma (Godwin 1957) . Of these only 8 patients lived more than one year, and only one lived more than two years. Enticknap & Smither (1964) described 11 cases collected from the London hospitals; the majority died within six months of onset of symptoms and all but one were dead by nineteen months. The one survivor was still alive after seven years. Smith et al. (1968) recorded 2 cases in brothers, both dead within six months, and the 4 patients of Roberts & Irvine (1970) all died within a year. Thus very few patients are recorded living more than two years after the onset of symptoms. Most of those patients with a poor prognosis presented with abdominal pains, distension and ascites, and some were erroneously diagnosed as carcinomatosis peritonei during life. A causal relationship between prolonged exposure to certain types of asbestos and the development of mesothelioma was first definitely established by Wagner et al. (1960) in a study of 33 cases of pleural mesothelioma from the South African asbestos mines at Kimberley. Since then asbestos exposure has been incriminated as an etiological factor in most cases of peritoneal as well as pleural tumours (Enticknap & Smither 1964 , Smith et al. 1968 , Roberts & Irvine 1970 . Careful enquiries failed to reveal any exposure to asbestos dust in this patient.
It appears that this patient has an unusual benign form of peritoneal mesothelioma, which is of uncertain etiology. Winslow & Taylor (1960) described a wide spectrum of differentiation and degree of malignancy in mesotheliomata, and suggested the possibility of a true benign peritoneal tumour, though they did not actually have a case. Ackerman (1954) includes benign mesothelioma in his classification of primary peritoneal tumours, and his illustrations include a photomicrograph which shows appearances identical with material from the present case Mesenteric Embolectomy and Atrial Arrhythmia T G Feest MRCP1 (for E R Beck MRcp and S L Strange FRCS) (Whittington Hospital, London N19) Mrs D J, aged 66 History: Presented with a history of six hours' severe constant periumbilical pain. She had passed six stools containing clotted blood but no melena, and on three occasions had vomited bile-stained fluid. Ten days earlier, she had had an upper respiratory tract infection, treated with tetracycline, with episodes of faintness. She had never had palpitations or angina. On examination: She was severely distressed, with mild diffuse abdominal tenderness. Bowel sounds normal. Faces contained dark blood. Sigmoidoscopy normal. Blood pressure 130/80 mmHg. Pulse irregular, rate varying from 30 to 100. ECG: unstable atrial rhythm with runs of sinus bradycardia ( Fig IA) . Other investigations, including abdominal X-rays, were normal. Management: Atropine was given to increase the sinus rate. On laparotomy (S L Strange and J M Davis), twelve hours after onset of symptoms, the superior mesenteric artery was found to be occluded immediately distal to the middle colic branch. The bowel 20 cm from the duodenojejunal flexure to the cecum was grey and pulseless. and red cell thrombus were removed with a Size 3 Fogarty catheter. Within ten minutes the whole bowel showed pulsation and appeared viable. Heparin was started forty-eight hours after operation, followed by warfarin which is still being given. Recovery was uneventful.
The unstable atrial rhythm persisted some six months later. A diagnosis of myocardial ischaemia could not be established and the etiology of the embolus remains uncertain.
Comment
The first successful mesenteric embolectomy without subsequent resection of any bowel, was reported by Shaw & Rutledge as recently as 1957. By early 1963 there were only 12 documented cases. Success is still infrequent, although Darling et al. (1967) recorded 5 successful embolectomies out of 25 cases of mesenteric embolus.
In this condition, with a mortality of over 50 % irrespective of the treatment given, early diagnosis and treatment is essential, especially if embolectomy is to be successful. Unfortunately the early features of pain, tenderness and leucocytosis are nonspecific. By the time shock and bowel paralysis have occurred, the best that can be achieved is a successful resection of infarcted bowel. The only helpful early diagnostic sign is blood in the feces, but this is only present in 50% of cases. This
